Summary. The lh content of the pituitary of rabbits in various reproductive states was assayed by the ovarian ascorbic acid depletion method. It was highest in unmated rabbits and decreased significantly (P<0\m=.\01)during both pseudopregnancy and pregnancy. Administration of progesterone (20 mg/day for 10 days) reduced pituitary lh in unmated rabbits to levels similar to those found during pseudopregnancy and pregnancy. It is inferred that the capacity of the pituitary gland to accumulate lh during pseudopregnancy and pregnancy decreases mainly as a result of secretion of progesterone.
The rabbit ovulâtes after mating and becomes either pseudopregnant or pregnant (Hammond, 1925) . The cl formed require oestrogen for their functional maintenance (Robson, 1937) . Secretion of the steroid is believed to be controlled by lh so that this gonadotrophin is luteotrophic in the rabbit (Kilpatrick, Armstrong & Greep, 1964) . Therefore, it seemed of interest to determine the fluctuations, if any, in the pituitary lh stores during pseudo¬ pregnancy and pregnancy and following treatment with progesterone. Al¬ though Hill (1934) and Friedman & Friedman (1939) measured pituitary lh in rabbits, a quantitative assay such as the ovarian ascorbic acid depletion (OAAD) method (Parlow, 1961) (Labhsetwar, 1969 (nih-lh-s-14) . The glands of unmated control rabbits were usually assayed in doses of 005 and 0-25 mg (wet weight) and those of pseudopregnant, pregnant and progesterone-treated rabbits in doses of 0-1 and 0-5 mg. The standard lh was used in doses of 0-4 and 2^g /assay rat. The relative potency, 95% con¬ fidence limits and indices of precision were calculated by the method des¬ cribed by Gaddum (1953) for parallel line assays. Out of a total of twelve assays, three were discarded because of lack of parallelism. The pituitary pools from pseudopregnant and progesterone-treated rabbits and respective un¬ mated control rabbits were assayed three times but the pituitary glands from the pregnant rabbits were assayed only once.
The results ( Hammond (1925) reported that mating during pregnancy is not followed by ovulation. This is unlikely to be due to the refractory state of the ovaries, since, during the second half of pregnancy, ovarian sensitivity to the ovulatory action of hcg is, if anything, enhanced (Adams, 1968) . On the basis of the present results, it is likely that the ovulatory failure in response to mating to the absence of lh surge may be due to low pituitary reserves of lh.
